Principles and methods of medicamentous protection of myocardial cellular membranes for prevention of cardiac reperfusion syndrome.
A model of regional transitory coronary insufficiency was employed in experiments on 300 male albino rats under urethan anaesthesia (13.4 mmol/kg b.m.). The periods of myocardial ischaemia lasted 10, 40 and 120 min, followed by reperfusion lasting 40 min. The alteration of cellular membrane apparatus proved to be one of the most important mechanisms responsible for myocardial lesion during transitory coronarogenic ischaemia and for the development of cardiac reperfusion syndrome. The damage to cardiomyocyte membrane and intensity of reperfusion syndrome can be substantially reduced by using the following measures: inhibition of lipoperoxidation by antioxidative preparations, esp. myofedrin and verapamil; suppression of the intensity of phospholipase reactions activated by Ca2+; reduction of calcium ion accumulation in cardiomyocytes by substances lowering intracellular calcium content, esp. by verapamil.